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Research progress in preventing and treating myocardial ischemia—
reperfusion injury through regulation of the PI3K/Akt signaling pathway
by monomers and compound formulas of Chinese medicines
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(Abstract] Reperfusion therapy is a common method for preventing and treating acute myocardial infarction (AMI), but it
may induce a series of injuries such as arrhythmia and cardiomyocyte apoptosis in the process of improving blood supply, which is
called myocardial ischemia—reperfusion injury (MIRI. Modern Chinese medicine practitioners believe that the basic pathogenesis of
MIRI is deficiency in root and excess in manifestation, with qi deficiency and yang deficiency as the main causes of deficiency
root, and phlegm-turbidity and blood stasis as the main causes of excess manifestation. The combination of deficiency and excess is
commonly seen, and the treatment should focus on reinforcing healthy qi to eliminate pathogenic factors. The PI3K/Akt signaling
pathway plays an important role in the survival and functional activities of cardiomyocytes during the prevention and treatment of
MIRL This pathway participates in mediating physiological processes such as cell proliferation, growth, and survival, and can also

regulate various pathological processes such as myocardial cell apoptosis, autophagy, oxidative stress, and inflammatory response.
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This bidirectional regulatory effect coincides with the theory of 'reinforcing healthy qi to eliminate pathogenic factors" in Chinese

medicine. Based on this this paper reviews the relationship between Chinese medicine in preventing and treating MIRI and the PI3K/Akt

signaling pathway, aiming to provide references for the treatment of MIRI and the development of new drugs

(Keywords] myocardial ischemia —reperfusion injury; acute myocardial infarction; PI3K/Akt signaling pathway; Chinese

medicine; review

e LA R B A i 2022 M)
N, BRI TEC AR REA 7 SR HEE  (HO I
EPIRIRE FEIREI S JE RIE T R R,
Horp 2O WESE (acute myocardial infarction, AMI)
JEFECL MY IL T i HHEER TN W2 2Rk
TR AR MIAE T A e P 2, LR 42 B R 5l
KA~ NIBFF (percutaneous coronary intervention, PCI) |
ek R 2 Jok 557 5% A% A AR S8 P T v DA A 0 UL
ZUBE I AR SRR AMIL S 8T B, SR 2of
PP T R O LA o, F) 5 R v 5 e R
JUVAR L8 T 25 1 — 2545 0, B DA O JUL e L 38 1 4%
13 (myocardial ischemia-reperfusion injury, MIRI),
MIRT B K AL 80 B A%, AR 22 A e o B A B
AR Z ARG, W KO WUHFE T ) 48040 1 8K
LRLIR D RERERT AR RSN A T A
Wt 88 2 S5 22 BT B R LIS 3— Vol £
{7 B(phosphoinositide 3-kinase/protein kinase B,
PI3K/Akt) 2 — A5 A7 % B 15 5 300 i, A0 9
T #5495 1 KU B (reperfusion injury salvage kinase,
RISK) & 42 ) OC B 5= 18 11, Al A Al LA U7
B ML/ PR 7 (ischemia/reperfusion, 1/R) 3 [a] 4T &4k
LI AAE R T A SN RS2 R 41 ) 2ok
PRI RERRLRT, X MIRT EA 5 R A0 O JILPR 3P A L

6 25t W, PI3K/AKL {5 5 3 % 5 5 h 24
Bijifs MIRT (9 /E T, & v I 245 B 3 MIRT f) 2 2 3
TERE A, VR AR PI3K/Akt {5538 6 7 Hp B2 245 B
1 MIRI P B4R HIF AL, BA E 2 A0 58
(R R 2 S

1 PI3K/Akt {55187 MIRI HH1EH

PI3K J& — ™ 5 T U Bl K 0, W) B A 22 44
2 / 93 2 2 T Tt RV i P L 5 g P 0 9% i, G
A2 G 8 IR SZ 1A | 1% 24 R U A Ras MK
W5 B TR, Ak J& T 2 &R/ &R &
PG, 2 PI3K FUF I OV MR, 1 16 Akt
LR R 2 RN A, T PIBK/AKt 55
I — RINGIR N, DA 5E R, PI3K/Akt
{5718 I AE MIRL 5 B kA2 & R f b v0 Bl 4
AL P RAE RN AR T A mE A AR A A
ZR ARV RIS R -3 B (glycogen

synthase kinase-3B, GSK-3B)J& Akt [ HE 2T il
b, Z 5T AR TR AT R E S 2
RhAEWITEE . PIBK/AKYGSK-3B 1 L3 12t 3 il 2 v
PR3 5 3 1o JUL A0 080 1) 9 R A S g
716 MIRT (/R . FL3h ¥ ih & =X L A
(mammalian target of rapamycin, mTOR)Z: 5 #75
20 M A 3 FE AN ERILAR] , S PISK/Ay/mTOR
15538 I P41 T PR O AL B 1 ) U A
SO GG MIRT B9FE A . 4% ¥~k B (nucle-
ar factor—kappa B, NF-«B)7E 40 i it 2 AE S0 4
PENT 2 A5 1 AR PR BRI, B PI3K/AKYNF-«B
15 5 38 % T 400 JULZH YR T F0 SERE , DT DR 4%
MIRI"™, PN Bz Al —E AL A A (endothelial nitric ox-
ide synthase, eNOS)J VZA7-1E T ML N 2 240 A FL.0o
JULZH L S a4 oA M — SR L (NO) 2B L 5%
DT, BFFE R, PI3K/Akt/eNOS 5538 i T 3f ik
PRI AR AE SN, AN AH LR 1% MIRT &4
HM, FoxO J& XSk HE# 5% [ 58 % (forkhead  box,
Fox ) i) O MJ% , 76 3 5 4 A 4 A | S0 A0 0 o
0 AP TS 5 TR E EEAER] . FoxO EETELCL
20 Mk SEUIRZS T B AL, T30S PIBK/ Akt/FoxO
(CREz 0N it MO 8 ) W 7 &= 725 2 v e e [
(hypoxia inducible factor-la, HIF-1a)Z 5HLIAEXT
A TR 3 WP SO T S T A O LA B 1 4R
[ 3k 7 A SR AR A ORI AR 1) 25 A8 FI D) RE 5 G PI3K/
AKU/HIF -1 {5 5380 B 7] AP0l MIRT K B0 WL4H
JRLFN HOe2 240 i 48 A I 3 S RE S 7, DT k2L
JULAR L A5 51,

2 REZIEE PI3K/Akt 15 518 B FH S MIRI
B o BE BRI IS R R

155 R E BEAS I A MIRT BOAE & AR EE 24
WL & o0 R B« BLOV R A8
MIRI (1) 1 BSRAILIE “ A B AR SE 7, AN i 2R |
PR , A A F e il JEHE A ISR B R
H R HE A AR IE AR, (R - e e ) .
“IEAAFN AT, "R IR]- PFRIR IR ) L AT
2 AW, IER T ORI & A AR AR &
1 AR FIEBOR I IMEBR . IEA TR, MR
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AT 2N SRITIE R R IE R Z AL,
R Z T, O BHAR , IE A BIC AU, 0k
JERE, B BRSEETT R V6 SR IE AR AT, i LA,

i gE 2B, v = 25 n] DL #2 PI3K/ Akt {5 53
%, I PO LA T | A AR I RE |
PR I XA 7 385 L R A7 PN S AT A5 EEL A PR RR BT I
MIRI, PI3K/Akt J& RISK &A% i — SR A7 15 T B
S S 5N UG R A SRS
Fofr gt it A P AR SORT S A B A A R L S S
A W5 LA S AT SR A D e B hs Ao LA A 7
IRELC UG R O, 3300 g 989 1 FH A AH 38 1
S EEHE PR IEAEAR T WA SR R T2 A

3 R BN E AR PI3K/AK 5 518 8%
1897 MIRI R R

H AT, o BE 259497 MIRI & gk B 4 iF T % &
M AE PCL A5 32 IR A 2y, ] 38 5 ) P
WA FERIE AR , BRI R e e, SOk iR
HRER , R, B AT ARk 3 PCT AR5 5453 i o
25 EEMIG AN M A, PI3K/Akt {5538 [ 7E B
IR MIRT 22 78 b Co WU L ) A7 3% D e & #5 2A
FEAEH ., 5T PI3K/Akt (55 B IR & h 245 B A
MIRI AYAFF5T , AT SR MIRT FOI6 ST TR 25 K 422
%, I, B PIBK/AKt 15510 LA T 4F K 24
K KA 7B R MIRT o8 o
3.1 HHBREKEY

T2 AR MBS R 25 AR I AL Y S —
ROy, B o FAMEL AT il . #E1RY7 MIRL 7
T LA XM |2 Atk s AT P AN BT A
e, WFoE KB, T LAE R P82 PI3SK/Ake 15538 1%
BiiiA MIRL () b 25 BRAA | B f B 2 BE 28
X AW BRASFORNIRASE TR 1,
3.1 BEZE B ANMIE -2 (B—cell lymphoma—
2, Bel-2)&—FpPrdd T-8 1, 1 Bel-2 AHE X 2
(B—cell lymphoma—2 related X protein, Bax) Wi
MR R AR AN C(Cyt=C) K15 F-4M i 4
T-, W& Ake=1 LR RE AT AR I T 5L Bel-2
(2%, [RIBF XCREIN IR P T2 36 A Bax (381K,
B P SE BT B B 3R T Ak 3T LG a3
I PI3K/Akt {5 5l #%, ¥ GSH.SOD ,CAT,GSH-Px
GR K235 M Bel-2/Bax HR, FIIMDA  TNF-a .CRP
FIL-1B AR 38 A Jalt /S8 A N ] S S
AR T , K AEIRIT MIRL IR, FEBEFIYL

HARERTEOT  HUA SRR AHOCE T 1 52553
(microtubule-associated proteinllight chain 3, L.C3)
A H BEA G E R E E -1 (Beclin-1) 1y #3517 1B
B EWE/MA AW R LC3-1 KW LC3-11 #%
&, BT A LC3-1I/LC3-1 FiI Beclin—1 Fifi [ WK T
TNWIE IR B AR R FAb ] T i 48/ 2 4 (hy-
poxia/reoxygenation, H/R).C>JL4RAEL LC3-1I/LC3-1 1Y
e T PR35 PISK/AK {5538 B0 1 W% MIRT
B GRAPE R, Al 2 1 1A 2 BE Y8 MIRT KRR
EPARTIRE RN, AT L A PI3K/A {55 38 A
YRR T AL A ESRIAYT MIRIPY, Al 2 2
A SRIVE S S a7/ 1) LIRS Bl
PRI MIRI K L0 UL miR-126-PI3K/Akt il i R A
;1N =i ey | IR WA R (1 U MY [ e 2R A R i A
LTI RER, 1 Rz 28 1Ak FH AT 8 S AR MIRIT K
SO LA T80, B p-PI3K Fl p-Akt 7K,
T GRP78 . Caspase-12 Fl CHOP ZEPN BN (ERS)
FHIRAF 553 F 1K 327 )1k Bz 25 T il o ol 4
PI3K/Akt {5 538 % T 1 ERS A~ S 190 LA i 98 1=
R 2% MIRT™, 111 25% 28 1A PR3 2o 4% PI3K/AkY
GSK-3 {750 G5 L IR, 4/ U E Y,
T I PR PISK/A {5 538 AL 3 NO B,
P MIRT K BRC IEARIL S N B2 40 B IR AE 410 il
RIP1 .RIP3 .p—-MLKL Fll NF—«B {5 515 G 08 5%
O VA BRI TR AERE S, PR S R A Y
FEEEZAL A, A AR PI3K/ Akt 15 53
I 2 A MIRT K BRLO LA LRI T | R0 405 4
AL REEAR GG L, il 50 T3 i Y PI3K/Akt {5
5308 % /D MIRT K RO JULARE B8 1 L, 00 461 8 S
IO RO WLAR B IR 1120, 6— 25 iy 750k 10 A 38 ok 84
PI3K/Akt 15 53 5 4 # MIRT K B0 WLIE T, 2
T DIRE WU JIUREBE T FREO

3.1.2 BEIZE LR R BUAREAT DU
PI3K/Akt {5 538 % , Ml Co UL BLO8 1~ RN A v
FAAR SR AL IV T k3 MIRTPY,  #58 H A 3 o %
PI3K/Akt {5518 #% T 8 ROS.CK LDH Caspase—3Fll
Ca? 7K, b4 MMP F1 Bel-2/Bax L {H , $1] MIRI
FEO WAL IR T~ Bl O 1) & A R AL L
FEFEIRIAL . NS84 Rb1 Al PI3K/Akt/mTOR {5
538 B MIRT R BRLOULAE M [ e, 45 v HUR 5
S HOc2 AHALA7 % M 2105 K Pk 34 m] i b
H/R 5319 H9c2 (U (LA BRI T, 35 FLA AT 7,
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2P MIRT K ELO DI BE ; LAh  Z A 5e ik s
miR-378a-3p 7] figiill i IGFIR/PI3K/Akt 5 5 il
Z 540 5 KFHA MIRT A9/E AR 4278 Hh 25 T i
microRNAs P45 PI3K/Akt i T 15 MIRT, X 51/ i
R —FIH AR

3.1.3 BJE 7E MIRI 4i f 70 S o6 vfr | g 22 2 i
A . 2 B R AN TG 7, s UL R R, 44 e 2 hr
AP EALRE J7, SR PI3K $HI 30 AT 33055 LA AR,
LR PI3K/Akt 3H IS 5 L EE8 i MIRT FIPEFIRY,
PSR RIS EEEER S R E IS E b
PEE HO2 NLANAEYG 7, F1H Bel-2/Bax LA T
74 Caspase-3 ik , il i % PI3K/Akt Al ERK1/2
S T A LA R TR, T AR AL B
49N PI3K Akt A1 GSK-3B AUz 1k /K, iHBcl-
2/Bax A Cyt—C 1Y &t , T 1 Caspase—3 Caspase—
9 IR, A O LA A I T R K B MIRT?,
Z B R AL B AE W45 /N MIRT K BLC IURE 2L 3
Bl BARRCo FL R 1 s s B kit o LA P S fL R
34 p-mTOR ,p-Akt KIKF Bel-2/Bax [L38, 2R
TS PI3K/Akt {5538 B ] S AE S | 4 A
PR T AR FOR R B R o L, AL AT 38
TS PI3K/Akt {5530 % ik 25 s R MIRT K
RAE L2 DI RE , T A ORI Ak B B 40507, %
fR B W LA & 2038 MIRT KR 2O EIhRE, Wb
O WURHBE S BB, D 98 0 S O AN A L T, B9 p—
Akt FEHRIFEIL, R HMGB1 & Bk, 28] PI3K/
Akt (5 58S 5 HRR B M8 MIRT AUYER®, T
T R T AL PR AT 38 5 PISK/Akt/GSK -3 155 5 3 1% U
IR 2RI S MIRT R BRLC L4 fE i T, b
i p-PI3K ,p—Akt ,p-GSK-3B #l Bel-2 )ik, If
T Caspase-3 . Caspase-9 Fll Bax A7k, 3200 T iR
X MIRT FERIPVE IS Sis PI3K/AK (5 5l 2K
3.4 AW FEEZEGER P MIRT /NSO LA,
— 7 TG A A NF-wB {55 30 R ] 2 e O,
3 —J7 THiE I PI3K/AKt {5 S8 5% F # Apaf-1.
Caspase—3 Fll Caspase-9 31k, fE#F Bad ,Bel-xl Fll
pS3 & ARG LN IE T, L 52
BB 2 1 Sk ) SV MR R, S S 2R LA B2
AR A ) 7 28 /N B MIRT, A2 30 p-Ake AU IX,
T WLANAE Caspase—3 . Caspase—9 [k | i i
B2-AR/PI3K/Akt {55538 FAMHl.C MU LI T4, 1y
M (ER) S 58 AR B A4 a8 Akt i T HE
FlLZ i, MIRL 2351 2 9 i AR A IR , S 80 A

MG UM B AR 2L . AR EAABRHC SRR P A T
P 3 B R T e 3G PI3K/ Akt 15538 6, 9
P Jo5E IR0 7 S 010 200 O T T X HUR 35 S R L
Y S ) G T, U BT R PN 3% B 4
MIRI 5 473 i B 2P, BETAM 54 MIRT J697 34t
BRSO
3.5 FRZE EEREEFDANEHER S EER
AL HRE B3 FE H/R ZbBE) HOc2 il p-Akt
H1 p—GSK-3B 33k , 1> LDH B, .o L2
JOL U8 T I 3 e WLAR ARG T, X A AR VR 5 &
PI3K/Akt {5 Fil S 514,
3.1.6 AR AtHRF LR EPAILHR TR
TR, LR+ &R AT 2> MIRT K RO AL
FESEE R, LM p-Akt I AYFRIE, T M Caspase-31Y
Faik TS PI3K/AKt {5538 B O LT RER,
32 HHERH

T2 T AR R rh 25 IS A T 2
TR 25 B8 T AMUES & T 2SR L3 o]
FIE3 o LA [ A FAE FH ™ 26 8 i 24 3 | fifT H A
TRYT IR TRLELA T T2 % R S L, MIRT BFE
MU 2%, hei B A A T RIFLZ T 2
EUFEIVE R RRSCR . 456G MIRL A BB AR S5 9 R 9
ML, AR R B, - 252 TR YT MIRIL 1367%
FEALHG a5 APk PR BRI | 5
S FEBFIE L3 A0 E] P A A, BRI 2,
3.2.1 wAGEMKEE KSR AR ILHES S
B b 4 BRZGAUR, B MBS 5 Sm KDL,
HIRTEMZS 252258 T %07 1R YT MIRL FIKEGG
B B R K PI3K/Akt {5 51 4 {5 75 fi] 5%
B ARSI SIS | B S a8 SR AL REE i PI3K/
Akt {5538 1%, 23 MIRT TS/ NEREC S e R I 37
B 2GR, BRI A O UL G T R TG, AT RS
FIRPLO AR GO I AN S | 2 IR K
g A W KR SR 2G4, ELAA 28 A I L
26 IR PO VE A G R B IR 97 i O /0 800 (0
7 M RN RS IE ) s BRAC 2 2= 58 R B, 0 4
R BEREIGE PISK/Akt Fll ERK1/2 15 5@ 8%, FJMIRI
KED AL eNOS mRNA FATEHLAT SOD & &, B 2
R IIRE, 46/ O U FE G
3.2.2 RIS REMEEE R TR T
ORI 7, BB R SRR 3 IRZGA N, BA
LR TEN G RS DR, A A SR & B,
R EEE (11 A AL B RE RO PI3K/Akt {55530 i,
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x1 HHERGEEWET PBK/AL ESERE MIRI I RER
LR RO hEkR YEHIRT YEHIBLI R BGN
Mt % S HAE GSHT SODT CAT?1 GSH-Px1 GRT Bel-2BaxT IS LI B RAE L [21]
MDA | [TNF-a | .CRP| IL-1B ] RN T
R B FR LC3-I/LC3-1 ) p62 1 0 A [23]
il B e e SOD 1 .Bel-2 1 \LC3B-II/LC3B-1 | Beclin-1{ | BRI T /s = A [24]
TNF-a | IL-18 | IL-6 | MDA | ,Caspase-3 | T IRIE SN | Wit
i) EALTES e GSH-Px 1 SOD 1 .miR-126-PI3K/Akt 1 MDA | 8- il L) ik [25]
OH-dG |
JIWRpe % A M7 GRP78 | \Caspase-12 | .CHOP | ki 4 T [26]
Iz CITES ITES p-Akt T p-GSK-3B 1 .SOD T INF-a | IL-6 | . WIS RRER [10]
CRP| MDA | \ROS| Nrf2 | .Caspase-3 | I
Cigsatl EUTES CIgS 1~101 .NO T .cGMP T RIP1 | RIP3 | p-MLKL | {4704 B 4t 3l 4n [13,27]
p65 | JINF-o | IL-1B | IL-6 | IL.-8 | \Caspase-3 |  JJAT JRES
Bax/Bcl-2 |
e aegsi e ¥ SOoDT IL-107 [TNF-a | MDA | \gp91phox | | P AL T JAE S [28]
PTEN | o AR
e T T BLAE p-AktT TNF-o | (CRP | IL-1B | IL-10] Bax | . #0400 T & A [29]
Caspase-3 | \ICAM-1 | S
6-Z 1) RS % PBK T .p-Akt T Akt T Caspase-3 | P AN T [30]
bR RI BEF2 =t Bel-2/Bax 1 .SOD 1 \Caspase-3 | JIL-18 | JIL-18 | | #HI4IARIHT: HAER [31]
TNF-a | \MDA | I E=R AR}
R S R ROS| .CK| \LDH| Caspase-3 | .Ca™| .p-PI3KT #1048 Jf 94 T AN 4 AL [32]
p—Akt T p-GSK-33 1 \MMP T Bcl-2/Bax | N R LR R T fiE
ANZ AT Rbl W2 AZ Bel-2/Bax T \Caspase—3 | Beclin—1 | LC3-IT | . i 40 i 1 W | 480 [11]
p62 | IL-1B | IL-6| TNF-a | S
KA W a5 Bel-2/Bax T . Caspase-3 | \IGFIR | AR T [33]
FI2E 2 FEAL SOD T MDA | kA [34]
VAR > [iES & Bel-2/Bax 1 Caspase-3 | 0 A A T [35]
THR [ES M p-PIBK T p-Akt T p-GSK-3B 1 Bel-2/Bax 1T . Wikl 4HMH T [9]
Caspase-3 | | Caspase-9 |
LWR 2 B p-mTOR 1 .p-Akt T Bcl-2/Bax T .NOT SOD T | AR RAE [36]
GSHT MDA | o A AR T
FeklAt RS FemL SOD T p-eNOYeNOS T MDA | gp91phox | iNOS| il S 1k 17 8% | il 1k [37]
IR}
FHTR B e & p-Akt T Bel-2/Bax 1 \TNF-a | IL-18 | IL-1B | . 4104l 48 RE 52 o7 0 40 fid [38]
HMGBI | \TLR4 | T
W =P, ped Bad 1 Bel—xI T p53 1 PIBK T Akt T HMGB1 | . il 48 5 52 1o 1 20 it [39]
CRP | NF-«B | .p65| IKK-B | IkBa | IL-6] . #1=
IL-10 | \Apaf-1 | Caspase-3 | ,Caspase-9 |
F: 1 240, A8 =SS p-Akt T Caspase-3 | ,Caspase-9 | ] AR T [40]
TR B A= MREAML p-PI3KT p-Akt1 \GRP78 | (CHOP| Caspase-12| 3] P I o K [41]
HEHE 52 3 p-Akt T p-GSK-3B T .Bel-2/Bax T Caspase-3 | . SIS A0 07 18 40 g I [42]
ROS | .cytochrome C | 1 E2 % VAL N SR
JEH®FZ R HNTRYE JbFEBKT  p-AktT .Bel-2/Bax T Caspase—3 | B L HEN L URT [43]

IO WL 2 Bel-2/Bax EE3 0.0 L4 it 0H
T, Mg/ MIRT K B JULES A9 R R, R Ag
BEFE P12 B 37 vl DL 3 PISK/Akt {5538 &40 ) 40

SR T AR DR R, /bR R SRR
B 3 RGN, BA SEMELES TR AR B DR
P 2 245 B2 B 235 R 1, /DN M 97 v B aod Y
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F2 PHEFET PIBK/Ak SSEIEFFE MIRI IR ER
R 7 FER7S AR VEFHSE & YEFAHLE =B
EZ R AL ErRatiil/ie7N M J12 R =k p-AktT TnT| AST| CRP| AR B [45]
D UVAIEER A ek ik
BEEH
SN T 8 S i KA N2 408 WA JKiE . eNOS mRNA T .SOD T iNOS mRNA | . 341k [46]
g Wi vK)rAE MDA
WM E Y AREE HEE R R p-Akt 1 Bel-2/Bax T 0 L T [47]
/KR (AP EER JRE R Akt-1 MMP-9 IL-1B .EGF TSI I AR T (48]
HE AL 73 €5 Wit EE MBS Arali, SOD T Bel-2/Bax 1 .p-PI3K T .p-Akt T 4Lk A yE T [49]
% BRf 2% % H ROS| MDA |
R
TP PRSI 175 Mefim & =t ERB T .p-PI3K T .p-Akt T ML E T [50]
SIS B2 IERGTIRZR i S N SODT NOT Bel-21 p-eNOS T MDA | | IMHIAUMEIAT: SR [51, 52]
Caspase-3 !
R R PR I K JKIE AasTt ALB Akt-1 ,TNF CASP3 JUN PO A T RN RN [53]
FRAE I AL BRI 1% B, KRARAZEF Il SODT (CATT MDA | (IL-1B | [IL-6 | . #MHIRALNIM SAERRL  [54]
R TNF-a |
T M fETE T PRSI 75 AT Lol BE p-mTOR T .p-Akt T Bel-2/Bax 1 .p62 1 . I 40AE F 15 [55]
LC3-1/LC3-11 T Beclin—1 |
SEEHWMSE BEFATEMD: 45 FL 13 p-Akt 1 p-GSK-3B T \ROS | .Ca® | TR AL B AR T (56, 57)
G il m PTP ik
TZMF (] B [ i 75 T2 M7 SOD T Na'=K'—ATP T Ca*-mg>-ATP T | 4 ALR; AR T [58]
Bcl-2/Bax T \MDA |
Z M [ BF i a.% M SOD T .p62 1 .p-Akt/Akt T .p-PI3K/PI3 T . I Z0HE B we . AL [59]

p-mTOR/mTOR T MDA | TNF-« | IL-
6! I-1B| LC3-I/C3-1 | Beclin-1]

Akt-1 MMP-9 IL-1B % Z & & Fl1 5 45 PI3K/Akt
1L-17 582 253 I Fiih MIRI, #3%RIR7 i % |
N ARG N, BTSRRI SRR
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